Plasma cortisol was assayed using a commercial RIA kit (Cor ning). Urinary 17-OHCS were assayed according to Porter and Silber reaction (Silber & Porter, 1954 )· Urinary 17-KS were evaluated according to the modified method of Zimmerman (Medical Research Council, 1963 )· The corticotropin suppression test was performed by dexamethasone administration (0.5 mg every 6 hours for 4 days). Bone age was evaluated according to Greulich and Pyle (1950 Gonad volume in males was measured using Prader ' s orchimeter (Prader, I966 (Lee et al., 1985) · This demonstrates that this tumour is remarkably rare during childhood. Six of our nine patients were males and this contrasts with the distribution between the sexes encountered pre¬ viously, whether in the case of children (Hayles et al., I960) of adults (Didolkar et al., 1981) . One of our cases (no. 8), showed a congenital stenosis of the pulmonary artery, confirming the frequent association of tumours of the adrenals with other congenital abnor¬ malities (Fraumeni & Miller, 19 67 ; Haicken et al., 1973; Wiedemann, 1983)· The extremely early onset of the tumour in two of our patients ( no. s 1 and 2) leads us to suspect that, at least in some cases, tumours of the adrenal gland may be of congenital origin. Weight is added to this hypothesis by the hystopathological picture of several tumours which showed a clear resemblance with adrenal fetal tissue (Dluhy et al., 1971; Hillman, 1972) .
In evaluating the clinical picture emerging from our cases, several observations may be made. Signs of virilization are frequen¬ tly of rapid onset whether hypercortisolism is present or not. The signs of virilization, which are almost always present, are rapid growth rate acne, pubic and facial hair, hypertrophy of the penis or clitoromegaly, while development of armpit hair is rarely encoun¬ tered. In our youngest female (no. 2), as in the females described by other Authors (Lee et al., 1985) no "posterio labial fusion" was noted, which leads us to think that in the case of tumour of the adrenal gland, significant exposure to androgens during fetal life is improbable. As others have already reported (Lee et al., 1985; Drafo et al., 1979) (Lee et al., 1985; Bauman & Beumian, 1982; Gabrilove et al., 1982) .
The high levels of this androgen are probably due as much to the peripheral transformation of adrenal androgens as to direct production by the tumour (Saez et al., 1967; Saez et al., 1971) (Halmi & Lascari, 1971; Comité et al., 1984 ) · In two of our cases (no.s 3 and 6) adrenal secretion appears partially suppressed after administration of dexamethasone. This confirms the results achieved by Others (Martin, 1962) and is a warning that careful interpretation is required in this test which, furthermore, allows us to differentiate between tumour and adrenal hyperplasia in the great majority of cases. We also find it interesting that in our case no. 7 hepatic scintigraphy appeared useful before surgery in order to identify the tissue affected.
Therapy is essentially based on surgery, involving the kidney (no. 1) the liver (no. 7) and the limph nodes (no. 6). (Lee et al., 1985; Hough et al., 1979) . The cortisol secretion may lead to the suppression of the function of the other adrenal gland. This makes replacement therapy with cortisone during the perioperatory phase necessary. A few days' treatment has always appeared to be sufficient. A careful check of blood pressure and electrolytes allowed us to exclude the usefulness of treatment with mineralocorticoids, which, indeed, was considered necessary in a few cases described by other Authors (Lee et al., 1985) 
